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1. Clinical Characteristics of the Selected Patient 
Population Relative to the Original Population Considered 
Excluded Q 
(n = 3,564) Value 
Gender (%I 
Fenak 16.6 19.0 
Male 83.4 81.0 
c 0.05 
(%I 
70 yr 82.7 81.9 
NS 
>70 yr 17.3 18.1 
Tii inlerval (h) from 
on 
to 
O-3 72.7 70.2 
>3-6 27.3 29.8 
c 0.05 
Mrct site (%I 
Anterior 38.3 38.6 
Other 61.7 61.4 NS 
Killip &ale II 
randomization (%I 
I 83.4 83.8 
11 14.7 14.5 NS 
III + IV 1.9 1.7 
p values compare selected versus excluded patients. 
elevations 250% than was recombinant tissue-t 
0 4% vs. 47.6%, 
fi g in view of th 
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SK 
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17.3 
82.7 
83.0 
17.0 
72.4 
27.6 
33.1 
66.9 
84.4 81.4 
13.9 16.2 NS 
1.7 2.4 
52.4 40.0 
47.6 60.0 
lS.O 
85.0 
NS 
82.1 
17.9 
NS 
73.5 
26.5 
NS 
49.0 
51.0 
c 0.02 
p v&es compare patients with sum of ST segment elevations (Sum ST) 
~50% versus paths with sum ST 40%. rl-PA = recombinant tissue-typt 
n activator; SK = streptokinase. 
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myo~ardium next to scar tissue (a phenomenon k own as 
stress amplification) could play a role in ~~y~~oge~es~s~ 
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